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BACKGROUND
Evidence of abnormal contrast sensitivity in autism [1, 2] and schizophrenia [3] [4] [5] [6] [7] [8] .
Past genetic work has used cognitive and neurophysiological endophenotypes [9] [10] [11] [12] [13] . Basic visual functions are ideal endophenotypes as mechanisms are well characterised.
Sensitivity to equency-doubled gratings [14, 15] measured in 1057 healthy young adults. Sensitivity de ned as inverse of 82% 2-AFC detection threshold contrast.
GENETIC METHODS
Sensitivity analysed for association with genotype at 642 758 single-nucleotide polymorphism (SNP) markers distributed across the genome.
Signi cant association with SNP marker rs1797052 (P = 7.9 × 10 −9
). Permutations to account for multiple testing show signi cance at α < .005. Chromosome 1q21.1 region is an established susceptibility locus for both schizophrenia [16] [17] [18] [19] [20] [21] [22] [23] [24] [25] and autism [26] [27] [28] [29] [30] . Mirrors the common association of the visual endophenotype with the two disorders. PDZK1 protein interacts with NMDA receptors and neuroligins, which are implicated in the aetiologies of schizophrenia [31] and autism [32] [33] [34] , and are known to regulate contrast gain control mechanisms in the retinogeniculate system [35] . Perceptual abnormalities observed in two di erent disorders may be linked by common genetic elements. •
DISCUSSION
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